Background: Wood dust has been hypothesised as a trigger in RA. Exposure may activate peptidyl arginine deaminase through exposure to silica and carbon nanoparticles, 1 stimulating RF autoantibody production. 2 Though non-silica dusts have shown increased RA risk in construction workers, wood dust exposed individuals were excluded from analysis in a recent large registry study. Objectives: To analyse the autoantibody status of male RA wood workers in Cornwall, UK, compared to matched RA controls with no occupational dust or fume exposure. Methods: All male RA patients were sent an occupational questionnaire, detailing current occupation, last occupation (if retired) and other occupations for >1 year. Telephone follow up was completed to minimise missing data. 41/720 (6%) patients died during the study period (22 months). 39/720 (5%) were excluded due to incomplete data. 147/640 (23%) had exposure to wood dust including other dust co-exposures, with 44/147 (30%) indentifying wood dust as their primary occupational exposure as carpenters, approximately seven times higher than expected given UK employment census data. This cohort was matched to 102 RA controls with no dust or fume exposure for age +/-5 years, sex and index of multiple deprivation (IMD) +/-1 decile. RF titres were compared via 2 tailed Mann Whitney U test, and ACPA seropositivity was compared using a Z test of 2 proportions. Results: No significant differences were seen in median age between woodworker cases (median 59 years IQR 50-63), and controls (median 58 years IQR 48-65). Woodworker never smokers demonstrated significantly higher seropositivity rates for both RF and ACPA than respective controls, and RF titres were significantly higher amongst woodworkers irrespective of smoking (Table 1 ). Median smoking rates were not significantly different between cohorts: woodworkers median pack years 23.5 , control median pack years 20.5 ).
. Seropositivity rates and RF levels for woodworkers vs. controls
Median RF (IQR) ACPA+ (%)
Control never smokers (n=40) 16 .2)* 19/40 (48%)*** Control ever smokers (n=62) .58)** 46/62 (74%)**** Wood worker never smokers (n=8) 3)* 7/8 (88%)*** Wood worker ever smokers (n=36) 156.1 (IQR 54-321.1)** 29/36 (81%)**** *p<0.04; **p<0.01; ***p<0.04; ****p= not sig.
Conclusions: Wood dust exposed RA patients are more likely to be seropositive. Sequential environmental insults of smoking and wood dust exposure have an additive effect on rheumatoid factor levels, conferring increased disease severity. Further studies are needed to determine if occupational wood dust exposure causes RA. (2). MRI was performed on 8 patients (2 flares imaged in 1 patient) and detected more pathology than US. Bone marrow oedema (BME) was found in only 1 patient. No erosions were seen. Background: Some patients with rheumatoid arthritis (RA) do not respond adequately to treatment. Objectives: We investigated the contributions made by the subjective components of the disease activity score 28 (DAS28) to the treatment response of RA. In addition, factors associated with poor response to treatment at 6 months, despite normalization of objective measures, were examined.
